No other members of the family are of small stature or have endocrine disease. His mother was a 24-yrs primipara. The gestation was normal and his mother took no medicine during the pregnancy. He was born at term and the delivery was normal. The birthweight was 3,580g. His walking without support at the age of 1 and 3/12 yrs was normal. Blindness of the left eye was discovered at the age of 4yrs. Gradually he developed small stature with a relatively normal body weight compared to each height age (Fig. 1) . At the age of 1 and 5/12yrs, 3 and 10/12yrs, 4 and 10/12yrs, 5 and 10/12yrs, and 6 and 10/12yrs, his height was 71.8 (mean value for Japanese boys, 80.1)cm, 85.3 (98.9) 
Therapy for Small Stature
The clinical course of the therapy for small stature is summarized in Fig. 1 . At the age of 8 and 2/12yrs, he was started on dessicated thyroid medication (40-80mg/ day). Since the age of 9 and 2/12yrs, when the height was 106.9 (128.8)cm and the bone age was 4yrs, he has been receiving stanozolol (an anabolic steroid, 1-2mg/day). At the age of 10 and 2/12yrs, the height was 114.0 (133.7)cm and the bone age was 6yrs.
When he was 11 and 2/12yrs, the height was 119.5 (138.8)cm and the bone age was 7 and half yrs. Since then, he has been treated with 6 IU hGH twice a week. At the age of 12 and 2/12yrs, the height was 130.5 (144.9)cm and the bone age was 9 and half yrs. At the age of 14 and 2/12 yrs, the height was 141.5 (158.4)cm, the bone age was 11 and half yrs and testicular volume was 1.4ml.
Eye examination was performed at the age of 12yrs.
The eyes were mobile in all directions. The visual field of the left eye could not be examined and that of right eye showed a slight defect in the upper portion.
The optic disc of the right eye (Fig. 2 ) was almost normal in size, slightly white in colour and had a conus-like change in the auricular position.
That of the left eye (Fig. 3) was small in size, white in colour and sorrounded by a white-yellow area. In both eyes, the retinal colour was somewhat white and the optic nerves were identifiable. The retinal vessels were normal.
Computed Tomograph (CT)
Plain CT showed that the septum pellucidum was present (Fig. 4) but the suprachiasmatic cistern was large (Fig. 5) . The cerebral sulci were normal.
Discussion
This syndrome is a clinical entity which includes; hypoplasia of the optic nerves, chiasma and the optic tracts; lack of the septum pellucidum and/or primitive optic ventricle; pituitary hypofunction.
In the syndrome, examination of the fundus showed a small disc surrounded by a double margin which was diagnostic in optic hypoplasia. Amblyopia, an irregular defect of the visual field, and nystagmus were usually recognized in affected eyes. Approximately half of the patients with optic hypoplasia were bilateral and the other half were unilateral (Brook et al., 1972; Patel et al., 1975) . In my patient the characteristic findings of the disc were seen in the left eye (Fig., 3) , and atypical abnormalities were also seen in the left eye (Fig. 2) . These findings helped the diagnosis of bilateral optic hypoplasia to be made in this case. Roving nystagmus in the case might indicate a hypothalamic origin.
In the past, a pneumoencephalogram confirmed structural abnormalities of the brain. The septum pellucidum was absent in 3 out of 4 patients examined by Kaplan et al. (1970) , in 1 out of 2 patients examined by Billson and Hopkins (1972) , and in 2 out of 3 patients examined by Patel et al. (1975) . The suprachiasmatic cistern was found dilated in 3 out of 4 patients examined by Kaplan et al. (1970) , in all 4 patients examined by Brook et al. (1972) and in all 3 patients examined by Patel et al. (1975) . Some reports (Kaplan et al., 1970; Brook et al., 1972; Harris and Haas, 1972; Patel et al., 1975 ) referred to rather rare findings, such as abnormal fornices, irregular lamina terminalis, abnormally shaped 3rd ventricle and enlarged lateral ventricle.
In the present study, CT confirmed an enlargement of the suprachiasmatic cistern (Fig. 5 ) and the presence of the septum pellucidum (Fig. 4) . Today, it may be advisable that children with blindness, or near blindness, and growth retardation undergo CT scanning which involves no hazard.
There was no hereditary tendency, but the patients were usually the first born children of young mothers. Ellenberger and Runyan (1970) explaned the hypothesis that the syndrome resulted from the failure of the mesoderm in the early stage of growth. At 4mm stage (5weeks), the optic vesicles and the telencephalic vesicles begin to expand from the wall of the prosencephalon.
At the 15mm stage (6 weeks), a thickening (lamina reuniens) begins to develop in the dorsal part of the anterior wall of the neural tube (lamina terminalis). Within the lamina reuniens, the forebrain commissures and eventually the septum pellucidum form. The first appearance of the septum pellucidum at 145mm (18weeks) depends on the above and many other complex preceding events. When these processes are disturbed, development of the prosencephalon may be arrested.
In the syndrome, Kaplan et al. reported
